Previous studies have reported that drugs affecting neuromodulatory systems within the basolateral amygdala (BLA), including drugs affecting muscarinic cholinergic receptors, modulate the consolidation of many kinds of training, including contextual fear conditioning (CFC). The present experiments investigated the involvement of muscarinic cholinergic influences within the BLA in modulating the consolidation of CFC extinction memory. Male Sprague Dawley rats implanted with unilateral cannula aimed at the BLA were trained on a CFC task, using footshock stimulation, and 24 and 48 h later were given extinction training by replacing them in the apparatus without footshock. Following each extinction session they received intra-BLA infusions of the cholinergic agonist oxotremorine (10 ng). Immediate postextinction BLA infusions significantly enhanced extinction but infusions administered 180 min after extinction training did not influence extinction. Thus the oxotremorine effects were time-dependent and not attributable to non-specific effects on retention performance. These findings provide evidence that, as previously found with original CFC learning, cholinergic activation within the BLA modulates the consolidation of CFC extinction.
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It is well established that activation of the basolateral amygdala (BLA) modulates the consolidation of memory for many kinds of training experiences (McGaugh, 2004) . Many studies have reported that, in rats, posttraining intra-BLA infusions of norepinephrine and drugs that activate b-adrenoceptors induce dose-and timedependent memory enhancement (McGaugh & Roozendaal, 2002) . The b-adrenoceptor antagonist propranolol impairs consolidation and blocks the memory enhancement induced by the opioid and GABAergic receptor antagonists naloxone and bicuculline, respectively (Introini-Collison, Nagahara, & McGaugh 1989; McGaugh, Introini-Collison, Cahill, Kim, & Liang, 1992) . There is also extensive evidence that systemic or intra-BLA administration of the muscarinic cholinergic agonist oxotremorine enhances memory consolidation (Baratti, Huygens, Miño, Merlo, & Gardella, 1979; Malin & McGaugh, 2006; Power, McIntyre, Litmanovich, & McGaugh, 2003; Vazdarjanova & McGaugh, 1999) . As propranolol does not block oxotremorine memory enhancement, cholinergic influences within the BLA appear to act downstream from noradrenergic activation (Dalmaz, Introini-Collison, & McGaugh, 1993; Introini-Collison, Dalmaz, & McGaugh, 1996) .
Most of the evidence indicating that posttraining cholinergic activation of the BLA modulates memory consolidation is based on studies in which drugs were administered after initial training on inhibitory avoidance or contextual fear conditioning (Power & McGaugh, 2002; Power, Vazdarjanova, & McGaugh, 2003; Power et al., 2003; Vazdarjanova & McGaugh, 1999) . The present experiments investigated whether cholinergic activation of the BLA also enhances memory of extinction of contextual fear conditioning (CFC). Extinction involves the learning that training cues predict a consequence that is different from that of original learning. In extinction of contextual fear conditioning, exposing a rat to a context where footshock had been delivered enables it to learn the altered cue-consequence prediction and decrease its expression of fear. Thus, as extinction is a form of learning it should be susceptible to posttraining modulation.
An early study investigating this issue found that posttraining systemic administration of the GABAergic antagonist picrotoxin enhanced the extinction of fear conditioning (McGaugh, Castellano, & Brioni, 1990 ). More recent experiments using CFC found that post-extinction intra-BLA infusions of norepinephrine or bicuculline enhanced consolidation of extinction memory (Berlau & McGaugh, 2006) . A study using tone-shock conditioning (Ledgerwood, Richardson, & Cranney, 2003) reported that the partial NMDA agonist D-cycloserine administered either systemically or intra-BLA after extinction training enhanced extinction. Schroeder and Packard (2004) found that either systemic or intra-BLA administration of oxotremorine enhanced the extinction of amphetamine-induced conditioned place preference. However, prior
